The case of a 32-year-old man is described who developed 'mitral regurgitation' after bacterial endocarditis on a regurgitant aortic valve. At operation this was found to be due to perforation of a large aneurysm at the base of the anterior leaflet of the mitral valve, resulting in a fistulous communication between aortic vestibule and left atrium. Repair was effected by excision of the aneurysm and mitral annuloplasty. The pathogenesis and problems of diagnosis are discussed. Accurate operative assessment of lesions of the mitral valve secondary to infective endocarditis is important as repair with preservation of normal valve mechanism may be possible.
True aneurysms of the mitral valve are uncommon and usually the result of healed bacberial endocarditis. A feature of special interest in the case to be described is that despite the large size ofthe aneurysm and the presence of perforation, its site of formation at the base of the anterior leaflet of the mitral valve allowed repair by excision and suture without valve replacement.
Case report
The patient was a 32-year-old Turkish civil servant with symptoms of tiredness, palpitation, and effort dyspnoea. A heart murmur was detected at the age of I0 years after an illness which was probably rheumatic fever. He remained asymptomatic until the age of 25, when he first noticed increased breathlessness on exertion. In 1966, aged 28, a diagnosis of aortic regurgitation was made and digitalis therapy started. In August I967 he developed clinical features of infective endocarditis. A positive blood culture was not obtained, but there was a good clinical response to benzyl penicillin (i megaunit 6 hourly for 3 weeks). During this illness his blood pressure changed from i60/70 tO 150/40 mmHg. In October I967 he was admitted to Hammersmith Hospital for assessment. A clinical diagnosis of moderate aortic and moderate mitral regurgitation was confirmed by cardiac catheterization (Table) , aortography, and left ventricular cineangiocardiography. The 70 mm V wave in the pulmonary arterial wedge tracing and the normal left atrial size suggested that the mitral regurgitation was sudden and recent in onset. As his disability was only slight, valve replacement was deferred. He remained symptomatically unchanged until the end of I969, when he began to experience increasing fatigue and exertional dyspnoea.
Physical examination on admission to Brompton Hospital in March I970 revealed prominent arterial pulsation in the neck and a blood pressure of I40/50 mmHg. The rhythm was regular and the jugular venous pressure was not raised. The left ventricular impulse was hyperdynamic. A grade 4/6 pansystolic murmur was audible at the apex, with a third heart sound and short delayed diastolic murmur. At the left sternal border there was a grade 3/6 ejection systolic murmur and a long, quiet grade 2/6 early diastolic murmur. The lungs were clear and there was no hepatomegaly or peripheral oedema. The spleen was palpable i cm below the left costal margin. Chest x-ray showed an enlarged heart and pulmonary venous congestion. No intracardiac calcification was seen on the image intensifier. The electrocardiogram confirmed sinus rhythm, with mean QRS axis o0, left atrial hypertrophy, and considerable left ventricular hypertrophy (Fig. i) . The haemoglobin was I5-4 g/ioo ml. The Wassermann and VDRL were negative. Cardiac catheterization was repeated, and the results are shown in the (McGoon, I960) , or, as in the patient described, an aneurysm may be excised with preservation of normal valve mechanism.
